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The research progress of the biological role of IL-1 family and its application in tumor
immunotherapy
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7> AL AN D RE . 7 B ) Al /)N 8 B it e o, TL-38
(R I AE O T AHAR R IE I 2H 2B A, B = TL-38 3%
K5 RGO, A # 20 1L-38 Bediifi] p-iE3h
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